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introduction: ST-segment elevation myocardial infarction (STEMI), non-STEMI, and unstable angina (UA) are most often due to rupture of a lipid 
core plaque. This study evaluated culprit lesion lipid burden across the spectrum of acute coronary syndromes (ACS) using intracoronary near-
infrared spectroscopy (NIRS).
Methods: We studied consecutive ACS pts with NIRS imaging prior to stenting in the US and Sweden. The culprit segment, identified 
angiographically, was defined as the 10 mm of artery distal to the proximal culprit margin. Culprit lipid burden was reported as maxLCBI4mm, 
defined as the 4 mm region in the culprit with the greatest fraction of pixels indicating lipid multiplied by 1000. Lipid burden was termed large, 
moderate, or small by a maxLCBI4mm ≥400, 200-399, or <200 respectively.
results: Among 154 ACS pts having 156 culprit lesions (78 STEMI, 40 non-STEMI, 38 UA), culprit sites had a maxLCBI4mm ≥400 in STEMI more 
often than in non-STEMI (82% v 63%, p=0.02) or UA (82% v 39%, p<0.001), and more frequently in non-STEMI than UA (63% v 39%, p=0.04). 
Whereas culprit lipid content in STEMI and non-STEMI was more often characterized as large than either moderate or small, culprit lipid content in 
UA was more evenly distributed (Figure).
conclusions: We detected significant differences in the lipid burden of culprit lesions according to ACS presentation. The decreasing frequency of 
large lipid cores from STEMI to non-STEMI to UA may indicate that culprit lipid burden impacts the clinical manifestation of ACS.
 
